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Sir,
Microbial keratitis following cocaine abuse in a soft contact lens wearer Topical cocaine solutions have been shown to cause significant corneal epithelial damage. 1 Indeed the association of microbial keratitis and corneal epithelial defects with crack cocaine is now well recognised ? - 4 We describe a soft daily wear disposable contact lens wearer who developed microbial keratitis associated with cocaine powder abuse. To the best of our knowledge this has not been reported before.
Case report
A 23-year-old woman presented with a I-day history of an intensely painful red left eye. She had abused cocaine powder intranasally the previous night and accidentally administered it into her left eye, which she then rubbed vigorously. She also wore soft weekly disposable contact lenses on a daily basis for myopia. Chemical disinfection was used to clean her contact lenses, her pair at that time being only 1 day old.
On examination, corrected visual acuity with spectacles was 6/9 in both eyes. The left conjunctiva showed marked hyperaemia and a moderate degree of fibrinous exudate. A left corneal ulcer measuring 3.5 mm 4.0 mm was present, with stromal infiltrates temporally in a semicircular configuration (Fig. 1) . Corneal sensation was present, and there was a marked degree of cells and flare but no hypopyon. Corneal scrapings were immediately obtained for culture and Gram stain, the latter showing scanty pus cells and Gram-negative rods. The patient was admitted and treated with topical cefuroxime 5% and gentamicin forte 1.5% half-hourly, with atropine sulphate 1% three times a day. By day three, cultures yielded Pseudomonas aeruginosa, sensitive to ciprofloxacin and gentamicin. Topical cefuroxime was therefore discontinued and topical prednisolone sodium phosphate 0.5% commenced three times a day. She responded well to this treatment, and 5 days later tapering of topical gentamicin to 6-hourly was possible. Following 3 weeks of treatment she absconded from further follow-up visits, but finally attended after 5 months. A superficial left corneal stromal scar sparing the visual axis now remained with a visual acuity of 6/9 in both eyes.
Comment
This report describes the presentation of microbial keratitis immediately following abuse of ocular cocaine powder in a soft contact lens wearer. Soft contact lens wear is well recognised as a predisposing factor for microbial keratitis. s However, the rapidity of symptom onset following ocular contact with cocaine powder suggests it to have been a significant contributory factor in this patient.
Cocaine is directly toxic to corneal epithelium, causing disruption of intercellular spaces and epithelial cell motility complexes, leading to a reduction in corneal epithelium cell adhesion. 1 , 3 The transient anaesthetic effect of cocaine would also have facilitated inadvertent rubbing of the eye, which would denude the corneal epithelium and predispose towards microbial keratitis. These effects would be further aggravated by mechanical trauma from contact lens wear.
The combination of soft contact lens wear with some or all of the above possible mechanisms related to the presence of cocaine in the eye may have led to the rapidity of microbial keratitis onset in this patient. We therefore suggest that specific inquiry regarding recreational drug abuse, including cocaine, should be made in any patient who presents with microbial keratitis.
Sir,

Central serous chorioretinopathy in a patient with cryoglobulinaemia
Cryoglobulinaemia has rarely been reported to cause ocular complications. Retinal vascular tortuousity and occlusions, cotton wool spots, retinal haemorrhages and uveitis have all been described in this disease. ] However, central serous chorioretinopathy (CSC) has been described in only two cryoglobulinaemia patients. We present a case of CSC and branch retinal vein occlusion (BRVO) occurring in a patient with hepatitis-C-induced cryoglobulinaemia.
Case report
A 36-year-old man was referred to our clinic for routine . ophthalmic examination. He was known to have cryoglobulinaemia secondary to chronic active hepatitis C for the past 6 years. His ocular history was umemarkable. Among the systemic complications of this condition were leucocytoclastic cutaneous vasculitis, manifesting as recurrent bouts of non-thrombocytopenic palpable purpura on the legs. He later developed nephrotic syndrome, and a renal biopsy showed mesangiocapillary glomerulonephritis. Oral prednisone, 60 mgl day, was therefore started, with significant reduction in proteinuria. Arterial hypertension was well controlled by atenolol, furosemide and hydrochlorothiazide, with values around 120/80 mmHg. He had mild normocytic normochromic anaemia. His serum glucose was 5 mmolll, the creatinine clearance was 60 mil min, total cholesterol was 2.6 Hepatitis C virus RNA was found in his plasma by quantitative polymerase chain reaction in a titre of 186 copies 1 ml. Antinuclear factor and rheumatoid factor were negative; however, C3 complement level was 0.3 gl 1 (normal 0.71-1.56 gil). Upon examination, his visual acuity was 6/6 in both eyes. Anterior segments were normal in both eyes. The retinal vessels were slightly congested and tortuous in both eyes. There was a superotemporal BRVO in the left fundus, without macular oedema or retinal neovascularisation (Fig. 1) . During the following month the patient remained asymptomatic and the retinal haemorrhages gradually cleared. 
